Introduction
Cortical blindness is characterized by bilateral loss of vision with normal pupillary reflexes and normal fundal appearances. Associated features are denial of blindness and spatial disorientation (Anton, 1899) .
A previous review of the literature by Symonds and Mackenzie (1957) (Fig.  l(a) ).
His eyesight improved initially toacorrected visual acuity of 6/18 on the right and 6/60 on the left. At this stage he had a left homonymous hemianopia with no evidence of macular sparing reflecting the predominance of the right-sided lesion and involvement of the posterior cerebral arteries. His eyesight continued to improve until 8 months later there was no field defect and visual acuity was 6/12, N6 on the right, 6/9, N24 on the left. He had returned to work but needed to be taken to and from work because of a tendency to get lost. He had also noted some difficulty in concentrating, and scanning print.
A repeat brain scan showed resolution on the left and a smaller lesion on the right (Fig. l(b) ). 
Discussion
Symonds and Mackenzie (1957) in discussing the pathogenesis of cortical blindness concluded that in general it was due to embolism; emboli anywhere from the heart to the basilar artery pass up the basilar artery and fragment to involve both posterior cerebral arteries. Cortical blindness then results from damage to both the occipital lobes, and this was demonstrated in the present case both clinically and by radionucleotide brain scanning. From postmortem studies the incidence of cerebral infarcts associated with emboli originating from the heart has been recently estimated at 40-50% (Blackwood et al., 1969; Torvik and Jorgensen, 1964) . However, this association is often clinically overlooked. In a retrospective series of 1000 consecutive unselected post-mortems (Dozzi, 1937) 
